It has been proposed that the hypergastrinaemia in subjects with Helicobacter pylon infection is caused by the action of the ammonia produced by the organism's urease activity on the antral G cells. To investigate this hypothesis we examined the effect on plasma gastrin of increasing the bacterium's ammonia production by infusing urea intragastrically to eight H pylori positive duodenal ulcer patients. After a 60 minute control intragastric infusion of dextrose solution at 2 ml/ minute, a similar infusion containing urea (50 mmol/l) was continued for four hours. During the urea infusion, the median gastric juice urea concentration rose from 1.1 mmoVI (range 0.3-1.6) to and this resulted in an increase in the ammonium concentration from 2-3 mmol/l (range 1.3-5.9) to 6*1 mmoil/ (range 4.2-11.9) (p<001). This appreciable rise in ammonia production did not result in any change in the plasma gastrin concentration. The experiment was repeated one month after eradication of H pylori, at which time the median basal gastrin was 20 ng/l (range 15-25), significantly less than the value before eradication (30 ng/l range 15-60) (p<005). On this occasion, the gastric juice ammonium concentration was considerably reduced at 0 4 mmolIl (range 0.1-0.9) and the urea infusion did not raise the ammonium concentration or change the plasma gastrin concentration. In conclusion, augmenting H pylori ammonia production does not cause any early change in plasma gastrin.
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Abstract It has been proposed that the hypergastrinaemia in subjects with Helicobacter pylon infection is caused by the action of the ammonia produced by the organism's urease activity on the antral G cells. To investigate this hypothesis we examined the effect on plasma gastrin of increasing the bacterium's ammonia production by infusing urea intragastrically to eight H pylori positive duodenal ulcer patients. After a 60 minute control intragastric infusion of dextrose solution at 2 ml/ minute, a similar infusion containing urea (50 mmol/l) was continued for four hours. During the urea infusion, the median gastric juice urea concentration rose from 1.1 mmoVI (range 0.3-1.6) to and this resulted in an increase in the ammonium concentration from 2-3 mmol/l (range 1.3-5.9) to 6*1 mmoil/ (range 4.2-11.9) (p<001). This appreciable rise in ammonia production did not result in any change in the plasma gastrin concentration. The experiment was repeated one month after eradication of H pylori, at which time the median basal gastrin was 20 ng/l (range [15] [16] [17] [18] [19] [20] [21] [22] [23] [24] [25] After a 16 hour overnight fast a dual lumen size 16 F gastric tube, which has multiple ports over its distal 6 cm (Andersen Inc, New York), was passed nasogastrically and positioned radiographically so that its tip lay in the distal part of the stomach. An intravenous cannula was inserted into the antecubital vein. At the end of a 30 minute basal period the stomach was emptied, and over the following hour dextrose solution (328 mmol/l) that did not contain urea was infused into the stomach at a rate of 2 ml per minute. After this control period, a dextrose solution containing urea (50 mmol/l) was infused at a rate of 2 ml per minute for four hours. The concentration of dextrose in the urea solution was reduced by 50 mniol/l so that the osmolalities of the two infusions were the same. In addition, the pH of the solutions was reduced to 1 8 by adding 1 ml concentrated HCL per 500 ml dextrose to prevent them raising intragastric pH.
Venous blood samples were obtained at 30 minute intervals throughout the experiment for plasma gastrin determination and were collected in lithium heparin tubes containing 4000 KIU aprotinin (Trasylol). The blood was centrifuged at 3000 g for 10 minutes at 4°C and the plasma was stored at -20°C. During the intragastric infusions, 10 ml samples of gastric juice were collected every 15 minutes for measurement of the ammonium and urea concentration and determination of pH. At the end of each hour all the gastric contents were aspirated to prevent the accumulation of infusate.
The plasma gastrin concentration was measured by radioimmunoassay using antibody R98 which has a lower limit of detection of 5-10 ng/l." Gastric 7 ) and this fell after eradication to 0 7 mmol/l (range 0-3-1-4) (p<002) (Fig 1) . The median concentration ofurea in the basal gastric aspirate was 1-1 mmol/l (range 0-3-1-6) and rose to 2 5 mmol/l (range 1 0-3 4) after eradication (p<002). The median plasma concentration of gastrin was 30 ng/l (range 15-60) and this fell to 20 ng/l (range 15-25) (p<005) after eradication. The median pH of the basal gastric aspirates did not change significantly -it was pH 1-7 (range 1-2-1-9) before and 1-6 (range 1-2-1-7) after eradication of H pylori. ammonium concentrations in the gastric aspirate due to dilution by the infusate (Figs 2 and 3) . Plasma gastrin concentration did not change over this period.
Before eradication of H pylori, the urea infusion resulted in a rise in the gastric aspirate urea concentrations which reached a plateau after 60 minutes at a median value of 15 5 mmol/l (range 7-9-21-3) (Fig 2) . The median gastric juice ammonium concentration immediately before beginning the urea infusions was 2-3 mmol/l (range 1-3-5-9) and rose over 90 minutes to reach a median plateau value of 6-1 mmol/l (range 4-2-11-9). This rise in ammonium production was not accompanied by any change in plasma gastrin concentration (Fig 2) .
After eradication ofH pylori, the rise in gastric juice urea concentration during urea infusion Time (h) release by gastric acid. In addition, the duration of the urea infusion in our study was four hours was similar to that before eradication (Fig 3) . On and earlier studies have shown that gastric this occasion, however, there was no rise in the alkalinisation was required for five hours before ammonium concentration. The median value there was any rise in serum gastrin. 12 The effect immediately before beginning the infusion was of antral alkalinisation on serum gastrin in 0 4 mmol/l (range 0-1-0 9) and it was 0 4 mmol/l humans is controversial, however, as a more (range 0-3-1 2) at the end of the infusion. The recent study could not detect any increase after median gastrin concentration, which was lower raising gastric pH for 10 
